Other cases appear to be kss severe and may not be diagnosed for several months. One patient reported by Donnell and Lann (1951) was not diagnosed for 13 months though he had had 'nutramigen' for a period. Bray, Isaac and Watkins (1952) report a case diagnosed at 7 years.
With treatment by excluding lactose from the diet many of the clinical features, such as galactosuria and hepatomegaly, disappear and the patients show rapid improvement in physical development. Fox, Fyfe and Mollison (1954) suggest that if therapy is begun early the manifestations of the disease may be reversible, but if delayed, prognosis is poor.
The purpose of this paper is to record the clinical picture and development of a severe case diagnosed in early infancy and kept on a lactose-free diet except for the first month, at which time the diagnosis was presumed, and a period of 14 Goldbloom and Brickman (1946) reported two cases, one of which showed no mental retardation, and they quoted a case of Norman and Fashena (1943) where the mentality was normal. In these cases treatment was started early, at 31 months and 11 weeks respectively. They suggested that the mental retardation was not an associated congenital defect but the result of interference by the galactosaemia with the supply of glucose to the brain tissue or a direct toxic effect of galactose.
On the other hand a case reported by Townsend, Mason and Strong (1951) was treated within a few days of birth and remains mentally retarded. As already stated the case reported in this paper was on a lactose-free diet from 1 month old (apart from a period of 14 days at 2 years old for re-assessment) and yet is severely mentally deficient. It Effect of Hospital. The child has been in hospital since birth and has therefore lacked the benefit of the stimulation he might have received in a good home. On the other hand he has had more attention from sisters, nurses and doctors than the average hospital patient, and we consider his degree of retardation too great to be attributed to deprivation of adequate stimulus alone.
Effect of the Disease Itself. Mason and Turner (1935) found that a high blood galactose depressed the blood glucose and suggested that the derangement in tissues other than the liver might be due to the continuous hypoglycaemia. One case reported by Townsend, Mason and Strong (1951) had hypoglycaemic shock after ingestion of galactose. Bruck and Rapoport (1945) criticize the hypoglycaemic hypothesis and point out that hypoglycaemia per se (for example, in glycogen storage disease and hyperinsulinism) does not produce similar symptoms.
If a toxic effect of galactose or a resulting hypoglycaemia were the direct cause of the mental defect the action would appear to be very selective as there is no evidence of permanent damage to other parts of the central nervous system.
Although the weight of evidence so far supports the view that the mental defect is of a secondary nature, a study of many more cases is needed before the possibility of a genetic origin of the retardation independent of the metabolic disorder can be ruled out. In subsequent studies of the condition, especially in those diagnosed and treated early on a diet completely free from lactose, we would urge a close study of the mental development, not only as regards an intelligence quotient, but also with a view to assessing the temperamental, adaptive and social behaviour.
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